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Fig. 15.23 Section of the mitral valve in acute rheu-
matic endocarditis. The cusp shows inflammatory
oedema (a) and cellular infiltration, and appears to
be vascularised. Where the cusps meet, the oedemat-
ous tissue has ulcerated and platelets have been de-
posited on the ulcerated surface to form the early
vegetation (b). Subsequently, fibrin also is deposited
(see also Fig. 9.14, p. 237). x 80. (Professor A. C.
Lendrum.)

mutual pressure during the closed state ap-
pears to injure the cusps sufficiently to result in
loss of endothelium and damage to the
underlying connective tissue: in consequence,
platelets and fibrin are deposited on the injured
surface. The vegetations do not seriously
impair valvular function at this stage, although
they tend to glue together the margins of adja-
cent cusps close to the commissures. They are
firmly adherent to the cusps and do not pro-
duce emboli. Vegetations may form also on the
chordae tendineae, particularly of the mitral
valve, and in McCallum's area of the left
atrium. The tissue at the base of the mitral and
aortic valve cusps is often infiltrated heavily
with lymphocytes, macrophages, etc., but with-
out the focal arrangement of the Aschoff body.
These changes are followed by vascularisa-
tion of the (normally almost avascular) cusps
of the affected valves. Blood vessels around the
base extend up into the cusps towards the free
margin, and the vegetations are removed by the
process of organisation, resulting in fibrous
thickening and adherence of the cusps near the
free margin. Vascularisation is also accom-

panied by more general fibrosis, so that the
cusps are irregularly thickened and distorted.
Fibrosis occurs also in the papillary muscles
and chordae: the latter become thicker and
shorter and sometimes bound together by fib-
rous tissue resulting from organisation of vege-
tations on them. With recurrent attacks, the
acute changes are superimposed on the
damaged tissues and distortion of the valves,
described more fully on p. 417, becomes pro-
gressively more severe.

Micro-organisms  are  not detected  in  the
heart in rheumatic fever.

Changes in other tissues

In patients dying of acute rheumatic fever, the
lungs are congested, heavy, and feel firm and
rubbery. Microscopy shows acute congestion,
accumulation of oedema fluid containing some
macrophages and desquamated pneumocytes,
and lining of the alveolar ducts by a dense layer
of fibrin ('hyaline-membrane disease', Fig.
15.24). These changes were formerly regarded

Fig. 15.24 The lung in a case of cardiac failure
due to acute rheumatic myocarditis. The lung shows
hyaline membranes lining alveolar ducts and mono-
nuclear cells in the alveolar walls and lying free in
the alveoli, x 220.